bulging forward and extending downwards to the pelvis (see diagram). The patient's temperature at first varied between 99.40 F. and 101.30 F.
The pulse-rate averaged about 120, and the respiration about 32 to the minute. Examination of the thoracic and abdominal viscera showed nothing of importance beyond the splenic condition already mentioned. There was a certain amount of expectoration, and the sputum was examined for tubercle bacilli by the ordinary and antiformin methods, with negative result. The urine (about one litre passed in the twentyfour hours) was free from albumin, sugar, bilirubin, and blood, but gave positive chemical reactions for urobilin and indican. Blood count (Dr. Sons, November 11, 1913) : Hemroglobin, 35 per cent.; red cells 2,336,000 in the cubic millimetre of blood; white cells 2,200. Of the white cells 60'8 per cent. were neutrophile polymorphonuclears. There was no poikilocytosis, and no nucleated red cells were seen. After December 20, 1914, there was very little pyrexia, generally none at all. About January 7, 1914, ascites began to appear, but the patient's condition of debility seemed at that time less marked, and the spleen appeared to have somewhat diminished in size. The conjunctive had a subicteric tinge. Between January 9 and February 10, 1914, the ascites was tapped four times, yielding clear ascitic fluid, of specific gravity 1008 to 1010. After that there was less tendency to reaccumulation of fluid in the peritoneum. The blood was examined again on February 18 and on March 25, 1914. On both occasions there was decided leucopenia present; on the former occasion the white cells numbered 2,600, and on the latter only 1,800 to the cubic millimetre of blood. On the latter occasion the red cells were only 1,940,000 to the cubic millimetre of blood, and a few nucleated red cells were seen. There was no poikilocytosis or marked anisocytosis. Treatment by arsenic, &c., was tried for a time, but in April, 1914, the patient's condition was one of extreme and progressive cachexia, and she died on May 4, 1914. The spleen markedly diminished in size before the patient's death.
At the necropsy the heart weighed 8L oz. and showed a condition of "brown atrophy." Nothing special was noted in the aorta and lungs.
Diagram to show size of the patient's spleen.
There were some pleural adhesions and a little pleural effusion on both sides of the thorax. In the peritoneum there were about 4 litres of a bile-stained ascitic fluid. The gall-bladder contained yellow bile and a few black gall-stones. The liver weighed 48i oz., and microscopically there was evidence of passive congestion. The kidneys weighed both together 10 oz. and were considerably engorged with blood. The other viscera and the lymphatic glands showed nothing special excepting the spleen, which I shall now refer to. The splenic vein was not thrombosed.
The spleen weighed 73 oz. and measured 11 in. by 6i in. by 4 in.
There were old adhesions behind and at the upper pole. It contained A-5b some anaemic infarcts. The splenic substance was of dark crimson colour, and microscopically showed hyperplasia of the lymphatic follicles (Malpighian corpuscles), the splenic pulp between the enlarged follicles being engorged with blood. No amyloid change was present. Sir W. B. Leishman very kindly examined a piece of the spleen for me and stained sections by methods which serve to demonstrate parasites, such as malarial parasites, trypanosomes, Leishmania, &c., but he could find no parasites, and wrote that he could not observe anything very striking beyond the marked increase in the lymphoid elements and evidence of a good deal of cellular degeneration.
REMARKS.
The patient with her splenomegaly, ascites, subicteric tinge of conjunctivae (suggesting hepatic cirrhosis), leucopenic ansemia and progressive cachexia, presented a clinical picture such as might be found in a late stage of so-called Banti's disease. Unfortunately, the findings at the necropsy and the microscopical examination throw very little light on the real nature of the case, which must therefore remain in the numerous group of chronic " splenomegaly of uncertain oetiology." I have elsewhere discussed the various classes of cases presenting the clinical picture of splenic anamia (Banti's disease),' but the present case can hardly be fitted into any one of them. In the case, however, of a young woman, aged 23, whom I showed at a meeting of this Section on January 12, 1912, under the heading " Chronic Splenomegaly of Uncertain Origin, with Persistent Leucopenia," 2 I have recently unexpectedly obtained a pathological explanation. At one time I suggested that that young woman's condition might be termed one of " anaemia splenica sine anaemia." The splenomegaly persisted, though the patient apparently enjoyed good health. Towards the end of 1914, however, she suffered from copious haematemesis, and in January, 1915, she died, soon after admission to the London Hospital. Dr. H. M. Turnbull kindly informed me that at the post-mortem examination he found a condition of complete recent thrombosis on the top of old organised thrombosis of the portal tract. He will furnish me with a summary of the macroscopic and microscopic findings as a sequel to my notes in the Proceedings of this Section. 'F. P. Weber, " A Case of Late Hodgkin's Disease, with Remarks on various Cases presenting the Clinical Picture of Splenic Anaemia (Banti's Disease)," Amer. Journ. Med. Sci., Philad., 1911, cxlii, pp. 508-522. 
